The systemic response to inflammation includes fever, the synthesis and release of acute phase proteins, including C-reactive protein (CRP) and serum amyloid A protein (SAA), by the hepatocyte, leucocytosis, and muscle protein catabolism. It is a feature of many conditions associated with severe inflammation and tissue damage. These include the monosodium urate induced crystal synovitis of acute gout, where leucocytosis, a raised erythrocyte sedimentation rate (ESR), and fever have long been recognised. However, the mechanisms involved in the response remain unclear. Present evidence suggests that cytokines, in particular interleukin 1, are produced by cells, including macrophages, at the site of the lesion and act as important mediators. This may be a common pathway in the many conditions in which the systemic response is observed.' 2 Similarly, the significance of the components of the response, for example the role of C-reactive protein and serum amyloid A protein in many conditions, including gout, remains elusive.
Even more intriguing is the possibility that abnormalities in the response may occur in some diseases and that these may indeed also be important in their pathogenesis. In systemic lupus erythematosus there Fig. 1 Mean diameter of local lesion. 
Results
The intradermal monosodium urate crystals produced a transient erythematous non-irritant papule that was not painful but was tender on pressure. This developed eight hours after injection and peaked between 24 and 32 hours (Fig. 1) ; it then rapidly resolved. Associated with this mild local lesion was evidence of a marked systemic response. There was a rise in the white cell count by four hours that was predominantly polymorphonuclear neutrophil and it peaked at eight hours, declining gradually over 48 hours (Fig. 2) . There was also a rise in lymphocytes, though this only reached significance at eight hours (p=0-01). There was no change in haemoglobin, packed cell volume, red cell count, eosinophil count, or plasma viscosity. An acute phase response was detected by a rise in serum amyloid A proteins (Fig. 3) . This developed at 24 hours (p=0-01) and continued beyond the period of the study. In.eight subjects an increase was detected in the C-reactive protein level after 24 hours.
Discussion
The production of local dermal inflammation in response to crystalline MSU was first described by Freudweiler. 6 Ambanellill who investigated the possibility that non-steroidal anti-inflammatory drugs would influence the lesion, and Dieppe, 12 who explored the possibility of a difference. in the response in various associated diseases, also described a similar transient local lesion as in our studies. However, the presence of a marked systemic response to monosodium urate crystals has not been previously described. 
